Short reports behaviour is unpredictable; tumours with increased malignant potential, by virtue of size and cytology, being termed atypical carcinoids. In addition to positive staining with routine epithelial and neuroendocrine markers, they usually express CEA but not S100. Although commonly presenting as a primary lesion, metastases are not unusual and silent primary tumours have been described.' Neurological complications are present in 40% of metastatic carcinoids and true central nervous system metastases have been documented both within the brain and spinal cord.2
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Primary paragangliomas of the cauda equina are well described' and, although malignant behaviour is rare, metastatic spread has been documented.4 Nuclear atypia and necrosis are unusual features. Positive staining for cytokeratin is uncommon and has not been reported for CEA to our knowledge. The supporting sustentacular cells are classically S 100 pcsitive, although they are not always present.5 Pituitary carcinomas are a well recognised albeit rare entity. Generalised spread has been reported6 although central nervous system spread is more common. Metastasis to the cauda equina has been documented.7 Most carcinomas are histologically identical to adenomas; however, nuclear atypia has been recorded and said to indicate increased malignant potential.8 Cytokeratin positivity has been reported9 but is uncommon; however, the pituitary is a relatively common site for metastatic carcinoma from other sites.'0 Conclusion This widespread tumour illustrates the problem of classifying neuroendocrine tumours when there is no obvious primary site. The diagnoses of atypical carcinoid, malignant paraganglioma, and pituitary carcinoma were all considered; however, our favoured diagnosis was atypical carcinoid. An in situ hybridisation procedure to reveal albumin mRNA on formalin fixed hepatic tissue using a digoxigenin labelled oligonucleotide probe has been developed by Murray et al.4
In our case a 2 kb cDNA sequence corresponding to a coding sequence of human albumin provided by ATCC (Rockville, Maryland, USA) was used to produce a SP6 transcribed, digoxigenin 11 UTP labelled anti-sense riboprobe. The cytospin preparations were formalin fixed and the method of in situ hybridisation developed by Stewart et al5 was employed. The patient had clinical signs strongly suggestive of hepatocellular carcinoma, supported by serological, ultrasound, and computerised tomography findings. The peritoneal effusion contained single neoplastic cells and groups of neoplastic cells showing nuclear pleomorphism and granular chromatin surrounded by moderate amounts of rather granular cytoplasm. These cytological features were certainly in keeping with the appearances of hepatocellular carcinoma as described in fine needle aspirate,6 and after demonstrating human albumin mRNA in these cells we felt that the diagnosis of hepatocellular carcinoma in the ascitic fluid was certain.
We feel that application of this rapid, ins, and metabolic disorders-in particular hyponatraemia' and water intoxication.2 Cerebral oedema has been defined as an increase in brain volume due to an increase in its water content.3 It can be localised or generalised. In the conscious patient it produces symptoms of raised intracranial pressure, but in the unconscious the symptoms are masked. Cerebral oedema developing as a result of hyponatraemia is well documented4'6 but most of these cases have developed postoperatively or following intravenous administration of fluids in a conscious patient. The event described here occurred during anaesthesia, and at the end of the operation-about four hours later-the patient, a child, did not wake up and had developed papilloedema. Urgent computerised tomography showed gross cerebral oedema with slit-like ventricles. Brain stem tests were carried out and he was declared dead the next day, about 26 hours from the start of the operation. This case illustrates the complexity of fluid management in an intraoperative fatality. To pathologists carrying out these necropsies-most probably at the behest of the coroner-it is important to realise that asymptomatic dilutional hyponatraemia can occur intraoperatively when the symptoms of hyponatraemia and cerebral oedema are masked due to anaesthesia and unconsciousness. Arieff et al4 studied 16 cases of symptomatic postoperative
